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seizure (Case 1) or it may lead to status epilepticus 
(Case 2). Our Case 2 had status epilepticus leading to 
aspiration pneumonitis, hypotension and death. Acute 
toxicity may also cause impairment of consciousness, 
coma and death. Both our cases had unconsciousness 
and unfortunately Case 2 died. Delayed side-effects 
may include ataxia[2], cerebellar signs and syndrome 
of irreversible lithium-effectuated neurotoxicity  
(SILENT).[3] Permanent neurological deficits due to 
lithium toxicity may also cause deficits in recent memory 
loss[4] and rarely Creutzfeldt-Jakob-like syndrome.[5]
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MRI diagnosis of 
neurolymphomatosis of the 
brachial plexus
Sir,

Neurolymphomatosis (NL) is a rare manifestation 
of lymphoma which is characterized by selective 

Letters to Editor

Figure 2: 3-D rendered images of a fat suppressed post gadolinium T1W 
coronal sequence show homogenous enhancement of the thickened 

right brachial plexus involving the trunks, C4-5 nerve root and the cord

Figure 1: (A) T2W coronal oblique MR image of neck shows thickening 
and hyperintensity of the right brachial plexus (arrows), (B) T2W axial 

MR image at C 4-5 level shows thickening and hyperintensity of the right 
nerve root and the cord substance

BA

infiltration of cranial and peripheral nerves and roots 
by lymphoma cells.[1] We present the classical magnetic 
resonance imaging (MRI) findings of brachial plexopathy 
in a 15-year-old boy with Non-Hodgkin’s Lymphoma 
(NHL) who presented with right arm weakness six 
months after complete remission. 

MRI of the brachial plexus demonstrated thickening 
and hyperintensity of the C5 root and upper trunk of 
the right brachial plexus. There was also hyperintensity 
of the adjacent spinal cord [Figure 1A and B]. Post 
Gadolinium images showed significant contrast 
enhancement of the involved trunk, nerve root and 
the spinal cord at C4-5 level [Figures 2 and 3]. A 
concomitant CSF examination revealed the presence 
of multiple, abnormal B-cell lymphocytes. In view 
of these typical MRI and CSF findings, a diagnosis of 
B-cell neurolymphomatosis involving the right brachial 
plexus was made and the patient was started on salvage 
chemotherapy.

Patients of NL commonly present with a progressive 
sensorimotor peripheral neuropathy, plexopathy or 
cranial neuropathy. A histopathological demonstration 
of malignant lymphocytes in the peripheral nerves is 

Table 1: Laboratory investigations of Case 1 and 2 at time of 
admission

Lab Investigations Case 1 Case 2
Hb(g/dl) 11.5 9.3 
White cell count(cumm) 27,000 7800
Urea(mg/dl) 121 72
creatnine(mg/dl) 1.91 1.46
Serum lithium (mmol/L) 4.86  2.8 
CBZ level(mg/L) 10.8 -
Serum calcium(mg/dl) 6.83mg/dl 7.9
EEG Generalized Generalized
 slowing slowing
MRI brain normal normal
CSF normal normal
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the gold standard for diagnosis but a biopsy may not 
always be possible or positive.[2] In such situations, MRI 
can be of immense diagnostic value by demonstrating 
diffuse neural thickening and enhancement and thus 
enabling an early diagnosis of NL.[1,3]
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Anesthetic management of 
a patient with Huntington’s 
chorea
Sir,

We would like to report the anesthetic management 
of a patient with Huntington’s chorea, for which 
experience is limited.[1-5] A 45-year-old male, weighing 
45 kg, presented for intraocular lens implant surgery 
for bilateral immature senile cataract. He was a known 
case of Huntington’s chorea for the last 25 years. He had 
gross choreiform movements, ataxia with progressive 

mental deterioration and received haloperidol 1.5 mg 
bid and lorazepam 1 mg hs orally. Family history of 
chorea was present in two siblings. There was no history 
of any previous surgical procedure or prior exposure to 
anesthetic agents. Since the patient had gross abnormal 
choreiform movements, general anesthesia was chosen 
for the procedure in order to ensure a tranquil surgical 
field.

Tab. haloperidol and lorazepam were continued on 
the day of surgery. The patient was premedicated with 
ranitidine 150 mg orally. Anesthesia was induced 
with glycopyrrolate 0.2 mg, propofol 100 mg and 
rocuronium 40 mg intravenously. Tracheal intubation 
was performed with 8.0 mm ID cuffed endotracheal 
tube. Morphine 4.5 mg and ondansetron 4 mg were 
supplemented. Anesthesia was maintained with O2 
and N2O (33: 67) and sevoflurane 1%. At the end of 
surgery, which lasted 45 min, patient was extubated 
uneventfully with reversal using neostigmine 2.5 mg 
and glycopyrrolate 0.4 mg intravenously. Recovery and 
immediate postoperative period was uneventful.

Huntington’s chorea is a rare hereditary disorder of 
the nervous system. It is inherited as an autosomal 
dominant disorder and is characterized by progressive 
chorea, dementia and psychiatric disturbances. 
Experience with the management of anesthesia in 
Huntington’s chorea is too limited to propose specific 
drugs and techniques.[1-5] Factors of concern to the 
anesthesiologist include how to manage these frail 
elderly malnourished people incapable of cooperation, 
with increased risk of aspiration due to involvement 
of pharyngeal muscles and exaggerated response to 
sodium thiopental and succinylcholine. The primary 
goal in general anesthesia for these patients is to provide 
airway protection and a rapid and safe recovery. The 
unpredictability of thiopentone can be circumvented by 
using induction agents like midazolam and propofol.
[1,2] These patients may be sensitive to effects of non-
depolarizing muscle relaxants. Use of sevoflurane and 
mivacurium in these patients seems to be effective 
and safe.[3] Decreased plasma cholinesterase activity 
and prolonged response to succinylcholine has been 
reported.[4] This can be averted by using rocuronium 
when rapid sequence induction becomes necessary.[5] 
Further, the incidence of postoperative shivering can 
be minimized by use of isoflurane and sevoflurane in 
place of halothane. The low solubility coefficients of 
these agents allow early recovery without postoperative 
confusion and early return of protective airway reflexes, 
thus reducing the risk of pulmonary aspiration. Other 
concerns regarding the anesthetic management are 
determined by the level of physiologic debilitation in 
the individual patient.
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Figure 3: Axial fat suppressed post gadolinium T1W images at C4-5 
level demonstrate florid enhancement of the nerve root in the right 

intervertebral foramen and further extension along the ventral and dorsal 
rami into the cord substance
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